A 62-year-old man with adult T cell leukemia (ATL) presented with complaints of anorexia and abdominal fullness. Evaluation revealed ascites and pleural effusion, but no lymph node swelling, hepatosplenomegaly, or skin involvement. The diagnosis of ATLwas made by the detection of specific surface markers for T lymphocytes in pleural effusion and ascitic fluid, and by determination of human T cell leukemia virus type I (HTLV-I) proviral DNAintegration in mononuclear cells ofpleural effusion. This case was considered a rare type ofATLwith infiltration of the pleura and peritoneum. (Internal Medicine 34: 815-818, 1995) 
Introduction
Adult T cell leukemia (ATL) has various clinical manifestations (1) , and the infiltration of ATLcells into various organs such as the lung and intestine is not uncommon (2, 3) . Here, we describe an ATLpatient with complaints of anorexia and abdominal fullness, and main physical signs of ascites and pleural effusion.
Case Report
A 62-year-old manwas admitted to our hospital in November 1 99 1 , following one week offever, anorexia, and abdominal fullness. He had no notable past medical or family history. On physical examination, the pulse rate was 98/min, blood pressure 1 12/66 mmHg, and temperature 36.9°C. The conjunctiva was not anemic or icteric. No lymph nodes were palpable. No abnormalheart or respiratory sounds were heard. Ascites and pleural effusion were present, but hepatosplenomegaly was not observed. No skin change was seen.
Laboratory findings on admission (Table 1 ) showed a white blood cell count of ll.9xlO9// with 84% neutrophils, 11% lymphocytes, 1 % monocytes, and 4%eosinophils; no abnormal ells were detected. The hemoglobin concentration was 14. 1 g/ il, and the platelet count was 432x109//. Blood chemistry did not reveal abnormalities except for an elevation in the serum alkaline phosphatase (A1P) concentration to 592 IU//. Human T cell leukemia virus type I (HTLV-I) antibody was detected by particle agglutination and Western blotting. The tuberculin skin test wasnegative. Clinical course: Chest roentgenography on admission showed bilateral pleural effusion. An upper GI series, computer tomography (CT) of the chest and abdomen, and Ga scintigraphy were unremarkable. Cytologic examination of the ascites and pleural fluid revealed mainly lymphocytes and abnormal cells with a flower-like shape and convoluted nuclei (Fig. 1A, B) . Sputum cultures revealed no growth of Mycobacterium tuberculosis. The content of adenosine deaminase in the pleural fluid was within normal limits. Astudy of surface markers of the cells in the pleural and ascites fluid using monoclonal antibodies showed the phenotype of peripheral T lymphocytes (CD2+, CD3+, CD4+, CD8-, and CD25+). Southern blot analysis of the pleural effusion cells confirmed monoclonal integration of the HTLV-I proviral DNA (Fig. 2) . Chromosomal abnormalities were also demonstrated upon analysis of pleural effusion cells (48 XY, +3,-6, +der(7) t(7;14) (pil;ql1),-14, +mar 1, +mar 2). Therefore, the diagnosis of ATL was made.
First, the patient was unsuccessfully treated with diuretics, antibiotics, and anti-tuberculous drugs (Fig. 3A) . When the diagnosis ofATL was made, chemotherapy with pirarubicin 25 mg/day, etoposide 1 00 mg/day, cyclophosphamide 500 mg/day (only on day 1), and prednisolone 40 mg/day (days 1-3) was nopathy, skin rash, and hypercalcemia. Therefore, the patient could not be appropriately classified by the current criteria for ATL (6) or by that proposed by Shimoyama et al (8) . Matsunaga et al (9) have reported a patient with ATLwho manifested infiltration of several organs during the clinical course. They postulated the existence of heterogeneous clones of ATLcells with different affinities for organs. Nagatani et al also reported a phenotypic difference between skin-infiltrating ATLcells and those in the peripheral blood and lymph nodes (10). Accordingly, our patient mayhave had specific clones of ATLcells with a high affinity for the pleura and peritoneum.
